Similar cases were also described in England by Holmes (1917) and by Bradford, Bashford and Wilson (1918) . They did not, however, give cerebrospinal fluid protein levels. The latter workers claimed to have produced a similar disease in monkeys by subdural inoculation of material from fatal cases. The condition came to be known in English writings as acute infective polyneuritis, although the infective nature was never confirmed experimentally by later workers.
The first reported case of the syndrome in a child was that of Monnier-Vinard (1925) . Taylor and McDonald (1932) described 16 cases of which two were in children. Ansay (1937) stated that the syndrome was rare in children and reported a case in a boy of 81 years. Van Bogaert, Philips, Radermecker and Verschraegen (1938) reported a small epidemic of cases of which six were in children. Debre and Thieffry (1951) discussed the features of 32 personal cases in children and thought that the frequency and clinical picture of the condition in childhood were insufficiently recognized.
The disease in childhood seems to have been little described in the English literature, although there are papers in American, French and other journals. Petch (1949) described eight cases of which one was in a child.
Case Reports Case 1.-A girl aged 16 months was admitted on January 9, 1952, with a history of being miserable and unwell for 16 days. At first she had wanted to be nursed and was happier when off her feet. Seven days before admission she began to hold on to objects in walking and tended to fall over. Then she cried when her legs were touched and gradually 'lost the strength of them'. At times she had seemed febrile. There was no vomiting, no past history of ingesting any toxic substance, nor of mumps or any other illness. She had not been immunized against diphtheria. There was no history of a tubercular contact. Previously she had walked well.
On examination the temperature was 101-; she was unable to sit or stand, but seemed mentally lucid. There was slight coryza and cough. Examination of any part of the body provoked screaming; there appeared to be generalized tenderness which included the neck muscles.
The neck was slightly stiff and Kernig's sign was doubtfully positive. There was no evidence of weakness of the motor cranial nerves and the fundi appeared normal. In the upper limbs power and tone were normal and tendon jerks were present. The abdominal reflexes were obtained. Both lower limbs were weak and flaccid in all muscle groups, proximal as well as distal. Some active movement was still present. There was no muscular wasting. Knee and ankle jerks were absent. Sensation was difficult to assess but the patient appeared to feel a pinprick. Except for a few rhonchi in the chest, no abnormalities were found in other systems.
INvEsNGAIONs.-Lumbar puncture gave clear cerebrospinal fluid with a pressure of 140 to 180 mm. of water; cells, 2 per c.mm.; protein, 85 mg. per 100 ml.; Pandy's test for globulin, positive; sugar, 63 mg. per 100 ml.; chlorides, 710 mg. per 100 ml. The Wassermann reaction was negative, as was culture for tubercle bacilli.
Haemoglobin was 640% (9-5 g. per 100 ml.), and a white blood count gave 11,800 per c.mm. (polymorphs 60%., lymphocytes 280 0, monocytes I 1Oo, eosinophils 1 o ).
A blood culture showed no growth. The Mantoux test was negative down to 1 in 100.
No porphyrins were detected in the urine. The Paul Bunnell test was negative.
No abnormality was seen in a radiograph of the spine, but doubtful miliary spots not eventually confirmed in further films were seen in a radiograph of the chest.
The Schick test was positive.
Owing to the doubtful x-ray findings, intramuscular streptomycin was started in doses of 0-5 g. daily, together with para-aminosalicylic acid, 9 g. daily, continued for Two months before admission she seemed easily tired and slept badly. Her appetite was poor and she looked thinner. She began to complain of pain in the abdomen and legs. Three weeks later she could only walk from room to room. After a further two weeks she would get out of bed, walk a few steps, then lie down until she was picked up. She 'got weak and went off her legs' and was very miserable.
One month before the onset of these symptoms there was a profuse itching rash, consisting of discrete raised spots on the knees and feet. The rash lasted three weeks and was associated with malaise.
The patient had previously been a lively child who walked well. She 
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There had been no previous illness apart from frequent nasal discharge, occasional mild attacks of asthma and bronchitis, and measles, which was not recent. He had never been immunized against diphtheria or vaccinated.
On examination he was a miserable, rather undernourished child, with profuse nasal discharge, who could not walk without help. The cranial nerves were normal. In the upper limbs there was generalized weakness and hypotonia of all muscle groups, with no wasting. The biceps, triceps and supinator jerks were faintly present. Generalized weakness and hypotonia were also present in the lower limbs and they were tender when touched.
Both knee jerks were absent, but the ankle jerks were faintly present. Numerous coarse riles were heard in all areas of the lungs. No other abnormality was found.
INVEsTIGATIoNs.-Lumbar puncture produced clear cerebrospinal fluid: cells, 0; protein, 70 mg.; sugar, 64 mg.; chlorides, 740 mg. per 100 ml.
Haemoglobin was 98 , (13 7 A radiograph of the sinuses showed opaque antra, but no abnormality was seen in the chest.
A diagnosis of acute polyneuritis was made and breathing exercises and gentle assisted active movements were started. One week after admission walking had improved, but there was some hyper-extension of both knee joints. Power was increasing in the arms and the chest was clearer. He was transferred to the Hospital's country branch.
When seen there on April 9, 1954, the patient was still weak on his legs but could walk without assistance. His general condition had improved. Slight hypotonia was still present throughout all limbs. Power had increased but was still below normal in all muscle groups. The tendon reflexes remained unchanged and no wasting had developed.
At the time of writing, muscle power continues to improve gradually. DisaG uillain et al. (1916) gave as criteria of their syndrome motor disturbance with loss of tendon reflexes and preservation of cutaneous reflexes, paraesthesiae with slight objective sensory loss, tenderness of muscles, little change in electrical reaction of muscles and increased protein in the cerebrospinal fluid with no cytological reaction. They said that a good prognosis could be given even in the presence of serious paralysis. As the cause they postulated an infective or toxic agent.
The clinical features of later reports have resembled those described by these authors, with the addition of cranial nerve involvement, notably of the seventh nerve. The onset of paralysis often followed a mild pharyngitis or digestive upset. In Debre's cases the invasive period varied from five to 21 days. Paralysis occurred as a flaccid paraplegia, or sometimes involved only the lower limbs. Sphincter disturbances were sometimes described (Ansay, 1937) . The importance of watching for dysphagia and taking prompt measures to prevent aspiration pneumonia was stressed by Debre and Thieffry (1951) . Sensory symptoms were often mentioned by older children with the disease.
The features of the Guillain-Barre syndrome have also been reported following diseases such as measles, infective mononucleosis and hepatitis. The aetiology of the syndrome remains uncertain.
The albumino-cytological dissociation was found to be non-specific and occurred in other diseases. Dagnelie (1938) pointed out that this feature might be present in the later stages of poliomyelitis. Van Bogaert et al. (1938) recorded serial levels of cerebrospinal fluid protein in cases of the syndrome.
These showed a maximal level between the twentyfifth and forty-fifth days of illness. Debre and Thieffry (1951) stated that the maximal level occurred between the tenth and the twentieth day of onset.
The electrical responses of paralysed muscles have been described as diminished, without any reaction of degeneration.
In most patients who recovered the sequelae were minimal. Tendon jerks were often absent months or years after clinical recovery.
Features resembling acrodynia have been described by some authors in cases of the GuillainBarre syndrome (Van Bogaert et al., 1938; Keizer, 1951) . The pathological changes reported have been slight. Degeneration of peripheral nerves has been seen microscopically (Gilpin, Moersch and Kernohan, 1936; Debre and Thieffry, 1951 Aring, 1941; Clement and Ketelbant, 1938) . The distribution of the rash was not characteristic of varicella in Case 3 of the present series.
All five patients were under the age of 4 years, the youngest being 16 months. There were three girls and two boys. The cerebrospinal fluid showed the typical finding of a normal cell count and raised protein in all.
There was no mortality in this series. This may have been due to the fact that respiratory infection occurred in only two cases (Cases 1 and 5) and was slight. In 99 collected published cases in children with typical features, seven died (Table) . Of 64 cases in which age and sex were given, 27 were 5 years or under (about 42 %) and sex incidence was equal. It seems noteworthy that four of the seven deaths were due to pulmonary infection associated with dysphagia or respiratory paralysis. Of these four children, three were under the age of 2 years.
It is possible that early detection of dysphagia with the use of parenteral fluids instead of feeding by mouth, with aspiration of pharyngeal secretions, and the use of antibiotics and a mechanical respirator where appropriate might improve the prognosis in such serious cases.
Summan
Five cases of acute infective polyneuritis in children are reported.
The subject is briefly reviewed. Ninety-nine collected published cases in children are tabulated. This collection shows a mortality of about 7 % often associated with pulmonary infection following dysphagia or respiratory paralysis.
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